IT HAS been recognised for some years that the tetracycline group of antibiotics can produce a rise in the level of the blood urea-particularly in the presence of renal impairment. (Bateman, Barberio, Grice, Klopp and Pierpont, 1952) .
Both the clinical and theoretical aspects of this have been recently reviewed by Shils (1962 Shils ( , 1963 . He The patient was given tetracycline 1 g. daily from June 21st to the 28th-a period of 7 days. The course of the patient's blood urea is shown in Figure 2 .
There was a steady deterioration in his clinical condition from the day of admission until his death 26 days later on July 2nd, in spite of an adequate fluid mtake and urine output over this period. It was thought that the clinical deterioration and the rising blood urea were a manifestation of the underlying disease process but it was difficult to explain the sudden onset of this phase. The patient continued to deteriorate after the tetracycline was stopped and it is tempting to attribute the sudden rapid rise in the blood urea to the tetracycline therapy. At (1962, 1963) postulates that the rise in the blood and urinary urea nitrogen is the result of impaired protein synthesis due to the action of the tetracycline on various enzyme mechanisms. The clinical importance of this must be emphasised. This mechanism must be suspected whenever patients treated with standard doses of tetracycline show clinical deterioration in the presence of a rapidly rising blood urea. Awareness of the existence of this tetracycline toxicity may produce considerable benefit to the patient.
Summary
Two cases are reported in which tetracycline toxicity may have produced a rise in the level of blood urea nitrogen in the presence of renal impairment. One patient recovered following cessation of tetracycline therapy.
